SUMMARY A prospective study of 33 patients with polymyalgia rheumatica/giant cell arteritis (PMR/GCA) was undertaken, firstly, to monitor sequentially peripheral blood CD8+ lymphocyte levels and, secondly, to assess the expression of activation markers on T lymphocyte subsets. The results indicated that there was a significant decrease in absolute numbers and relative percentages of CD8+ T lymphocytes, which returned to normal ranges after approximately 24 months' treatment, and that there was an increased percentage of CD8+ lymphocytes in PMR/GCA which express HLA class II antigens. We undertook a prospective study of patients with PMR/GCA, firstly, to monitor sequentially peripheral blood CD8+ lymphocyte levels and, secondly, to assess the expression of activation markers (HLA class II antigens and interleukin 2 receptor) on T lymphocyte subsets. Our results indicate that there is a profound decrease in absolute numbers of CD8+ T lymphocytes, which return to the normal range after approximately 24 months' treatment and that most CD8+ lymphocytes express class II antigens.
(PMRIGCA) are diseases of unknown aetiology affecting elderly members of the population which, if inadequately treated, have a high morbidity. The sudden onset, eventual resolution in most cases, and association with HLA-DR4' suggest that they may have an infective aetiology or be the consequence of immune dysregulation.
Previous studies have shown that serum immunoglobulins are only occasionally raised,2 3 there is no complement activation, and immune complexes are an occasional feature. 4 These results can be explained by the normal distribution of the suppressor inducer cells demonstrated in this study-so that despite the decreased number of CD8+ cells these can be properly activated to a normal function by normal CD4+ 2H4+ lymphocytes. Our study of the autologous and allogeneic mixed lymphocyte reactions in PMR/ GCA has found both to be similar to those of normal age and sex matched controls. Again this is predictable in view of normal CD4+ 2H4+ cell numbers, which are the main responders in the autologous mixed lymphocyte reaction. 9 The cause of the CD8+ lymphopenia is unclear. It may reflect (a) antibody mediated destruction and (b) an abnormality intrinsic to the CD8+ cells. Experiments are currently in progress in our laboratory to elucidate further the cause of the CD8+ decrease. Mechanisms involving antibody mediated cytotoxicity have recently been described as being responsible for the decrease in CD4+ T cells in the peripheral blood of patients with AIDS.10 Although these cells are decreased in absolute numbers, a large proportion are activated as evident by their expression of HLA-DR antigen. It is possible that these activated cells are responding to the antigen that is inciting the disease process and therefore involved in the pathogenesis of PMR/GCA. It is interesting to note that another disease which is characterised by severe CD8+ cell T cell lymphopenia and increased numbers of activated cells is Kawasaki's disease. Recently there have been reports of a possible retroviral aetiology for this disease.1 12 We suggest, therefore, that the sequential monitoring of CD8+ T cell subsets in PMR/GCA can contribute to the clinical management of the disease as well as enhance our understanding of the aetiopathogenesis of this mysterious disease complex. 
Results

SINGLE COLOUR ANALYSIS OF T CELL SUBSETS
